herpetic infection are not associated with changes in the antibody level before, during, or after these episodes. "I In the present series 28 patients with dendritic keratitis were studied over four weeks. Blood and tear HSV IgG could be detected, but neither circulating HSV IgM nor local HSV IgA were found. Seven (25%) of the patients developed a fourfold rise in blood HSV-1 IgG titre during the follow-up period. One patient had no detectable blood HSV-1 antibody at any time, and 61% had no detectable tear HSV-1 antibody. Because the tear IgG level was equal to or less than the corresponding blood IgG titre, tear antibody appears to be an exudate from blood. Cross reacting antibodies to HSV type 2 were occasionally detected.
The results of this study may provide guidelines to the role of laboratory testing in herpetic keratitis. Firstly, while recurrent herpetic keratitis does not usually cause a rise in antibody titre, 25% of our patients with dendritic keratitis did develop a significant elevation of immunofluorescent IgG antibody. Secondly, circulating HSV IgM was not detected following dendritic keratitis. An elevated HSV IgM titre would be more suggestive of a primary infection than a recurrence, though some studies have found individuals with a persistent level of HSV IgM antibodies between or at the time of clinical recurrences.'6 Thirdly, after they had been treated, some seropositive individuals reverted to apparent seronegativity as measured by the indirect microimmunofluorescent technique, though complementfixing antibodies persisted. Prior HSV exposure may need to be assessed either by different serological assays or by repeated testing on an individual. We cannot explain why antibody levels occasionally became undetectable following an initially positive test in some patients. Fourthly, local production of HSV IgA is not apparently involved in recurrent keratitis, though other workers have found a rising tear IgA titire following dendritic keratitis. 7 Finally, viral isolation from corneal debridement swabbings is useful to confirm the presence of HSV in patients with dendritic keratitis. Our study suggests that HSV can be isolated from approximately twothirds of patients with dendritic keratitis and that corneal epithelial debridement swabbings are more sensitive than conjunctival swabbings in detecting HSV.
The host factors that lead to viral shedding, clincal recurrences, and recovery remain obscure. Antibodies may be involved in controlling the latent HSV in the trigeminal ganglion'8 but do not appear to confer protection against recurrences. Furthermore, while antibodies can combine to Fc receptors on virus infected cells, HSV spreads by direct cellular contact prior to the expression of sufficient virus-specific surface antigens. Cell-mediated immunity and production of interferon and other lymphokines may be more important in limiting the spread of HSV, and antiviral therapy could affect these immune responses. Further work remains to determine the effects of humoral and cellular immunity in the pathogenesis of recurrent herpetic ocular disease. 
